metatarsal-phalangeal joints. The bird was unable to perch and rested on its hocks when on the ground. Oral ampicillin therapy, 250 mg twice daily, was instituted empirically. The necrosis continued to progress up each leg. After 14 days of antibiotic therapy, all tissue distal to the midtarsometatarsal region was dry, cold, and stiff and the bird had become anorexic and increasingly depressed. The bird was killed and a necropsy performed.
On necropsy the only gross lesions were confined to the legs and feet. The tissues of the legs, distal to mid-tarsometatarsus, and the toes were dry, dark, and necrotic. Only tissues from the legs and feet were submitted for histology and bacterial culture. Histopathologic examination of the legs revealed hyperkeratosis and serous exudation on the surface of the skin. There were colonies of bacteria and necrosis in the subcutaneous tissue and superficial leg muscles. Inflammation was minimal.
At the Oklahoma Animal Disease Diagnostic Laboratory (Stillwater, Oklahoma 74078, USA) sections of gangrenous leg tissue were cultured on trypticase soy agar containing 5% sheep blood, incubated in CO, at 37 C. The predominant colonies seen on primary culture were small and gray, exhibiting alpha hemolysis and consisting of gram-positive, rod-shaped bacteria. In triple sugar iron agar slants, this organism produced an acid slant and butt and H,S was produced in the stab. The organism was catalase negative and showed slight growth in gelatin stab culture. On the basis of colony morphology, gram stain, hemolysis, lack of catalase for-mation and H,S production, the organism was identified as Erysipelothrix rhusiopa t hiae . The infection in this vulture was not a generalized illness but similar to erysipeloid, the most common form of human infection with E . rhusiopathiae. Erysipeloid is characterized by a papular, nonvesiculated macula surrounding the site of an initial dermal injury (Hoeprich, 1980, In Principles of Internal Medicine, Issel- 
457-470).
The gangrenous loss of body parts in this vulture fits the description for primary distal extremity necrosis (DEN) by Calle et al. (1982, J. Wildl. Dis. 18: 473-479) . No infectious agents were identified in these cases of primary DEN. All cases of primary DEN reported were in grounddwelling birds and five of six birds were fed meat diets. This vulture's lesions were also similar to a syndrome of idiopathic necrosis of the feet seen in budgerigars (Altman, 1982, In Diseases of Cage and Aviary Birds, Petrak (ed.) , Lea and Febiger, Philadelphia, Pennsylvania, p. 381) and to the symptoms of ergot poisoning in animals (Peckham, 1978, In Diseases of Poultry, 7th Ed., Hofstad (ed.), Iowa State Univ. Press, Ames, Iowa, .
As this king vulture was fed a meat diet, it is unlikely that ergot poisoning was a cause of its lesions. It is likely that the vulture became infected via skin lesions on the feet from contaminated food or soil.
It is also possible that the bird became infected via ingestion of the organism and experienced a subacute infection which resulted in the gangrenous loss of the feet.
The failure of ampicillin to arrest the progress of this disease may have been due to the advanced condition of the lesions, poor vascular perfusion in the bird's extremities, or possibly an inappropriate dosage or treatment regime.
On the basis of this report, it appears E . rhusiopathiae should be considered as an etiology for gangrenous necrosis of extremities. Suspicion of E . rhusiopathiae as a cause of distal extremity necrosis may lead to its being more frequently identified as an etiologic agent and facilitate the institution of appropriate therapy.
